Letter to the Editor cardiomyopathy are still controversial (4) . Since LGE delineates myocardial postinfarct scar accurately, it was assumed that LGE also represents fibrosis in dilated cardiomyopathy. However, morphology, type and extent of LGE varies markedly between different etiologies (5). In dilated cardiomyopathy, LGE typically occurs in a streak-like midwall pattern and at the septal hinge points. In contrast, the extent of fibrosis, as shown by histology, increases from the right to left side of the interventricular septum and from the subepicardial to subendocardial myocardial layers of the free wall, which does not match a midwall pattern (6) .
We defined the wall stress index to calculate LV wall stress based on LV cavity size and myocardial mass/volume as assessed by CMR (7) . Increased wall stress is reportedly associated with LGE in dilated cardiomyopathy (2). However, in dilated cardiomyopathy, the synonymous use of the terms LGE and fibrosis is not recommended (4).
It is unclear whether LGE is reversible after load reduction, assuming functional causes. Support comes from the finding of increased ventricular wall stress in transient apical ballooning, i.e., Takotsubo syndrome, which is frequently associated with temporary LGE emergence (8) . Underlying fibrosis appears unlikely, since the short-term reversibility within few days is not in line with the usual collagen turnover rate (9) .
The present study (1) substantially contributes to the understanding and interpretation of LGE. In particular, the results indicated that LGE cannot provide sufficient information on the degree of interstitial fibrosis. Current pre-and post-contrast T1 mapping techniques appear to be helpful for further characterization.
